In unipapillary kidneys there is a high incidence of decreased renal function associated with hypertension and proteinaemia. In cases where histology is available, marked reduction in the number of nephrons with an associated hyperplasia is seen, and there is a progression to interstitial fibrosis and tubular atrophy4-6.
In the present case there was no evidence ofdilated proximal tubules, and the kidneys, although small, appeared to be structurally normal. In addition, renal function is at present normal, although the renal reserve is not known.
The association bet-ween sickle haemoglobin and haematuria is well known. The incidence of sickle cell anaemia is 0.1-0.4% in the homozygous form in the USA. In the heterozygous form (sickle trait), the incidence is said to be 9-11% ofthe black population. Haematuria is more common in sickle cell trait7, occurring in approximately 6% ofpersons with sickle cell trait in one study8, and in 3-4% of patients with sickle haemoglobin reported by Mostofi9.
The pathogenesis ofsickling is thought to be due to acid pH, hypertonicity and low partial pressure of oxygen, all of which conditions are found in the renal medulla. Blood is seen to extravasate into the tubule and peritubular tissues producing haematuria. Areas of new and old haemorrhage are seen and may produce renal scarring. Focal medullary involvement may produce characteristic papillary necrosisl°P resumably, if renal anomalies impair function, increased sickling might be expected. Haematuria is much more common from the left side and this is thought to be a function of the renal drainage. The left kidney has a long vein and this is joined by other major vessels, perhaps resulting in reduced venous flow.
In summary, this case represents an extremely unusual variant in renal anatomy, with the renal anomaly compounded by life-threatening haematuria in a Negro woman with sickle cell trait. Case report A 68-year-old fowl raiser was hospitalized because of weakness and fever up to 38°C ofone week's duration. There were no symptoms referable to any specific organ system. Thirty years earlier a mitral stenosis of rheumatic aetiology had been diagnosed, and two years before his present admission the mitral valve had been replaced by a porcine bioprosthesis. On admission the patient was in good general condition. His temperature was 38.6°C, the pulse irregular, and the blood pressure 120/70 mmHg. On auscultation the heartbeat was irregular, the first heart sound was accentuated, and a mitral opening snap was heard at the apex. A soft and tender spleen was palpated 2 cm below the costal margin. Splinter haemorrhages were present on several nail beds. Physical examination was otherwise normal.
Laboratory tests revealed an erythrocyte sedimentation rate of 60 mm per hour. Haemoglobin, white cell count, renal and liver function tests and analysis of urine sediment were normal.
Four of six blood cultures taken on separate occasions yielded gram-negative bacteria, identified as Pseudomonad stutzeri. No similar organisms were isolated from any clinical or environmental sources within the hospital at that time. Tobramycin 80 mg three times daily and mezlocillin 4 g four times daily were started intravenously. Repeated determinations by an immunofluorimetric method (Abbott TDX) revealed tobramycin through serum levels of 0.9 pg/ml and peak levels of4.2-5.0 1tg/ml. Peak serum bactericidal titre was 1:32 on repeated occasions. Serum creatinine remained stable.
On the seventh day after starting therapy the patient became afebrile, and after two weeks the spleen was no longer palpable. After 28 days of combined therapy, tobramycin treatment was stopped and mezlocillin was continued for an additional 14 days. Repeated blood cultures after cessation of therapy were negative.
The patient remained well and symptom-free over a follow up period of 8 months.
Bacteriological studies: The organism isolated produced the wrinkled, dry, adherent colonies characteristic of Pseudomonas stutzeri. Identification was confirmed according to the method of High and Gilardi6. Minimal inhibitory concentrations (MIC) and minimal bactericidal concentrations (MBC) were determined in Mueller-Hinton broth by the tube dilution method7. The MIC was defined as the lowest concentration of the drug that inhibited bacterial growth, while the MBC was defined as the lowest concentration that killed 99.9% of the inoculum (approximately 5 x 10i organisms) after 24 hours incubation at 37°C (Table 1) . Serum bactericidal activity was measured by serial dilutions, using sera drawn 60 minutes after simultaneous administration of both antibiotics. Discussion PVE is an infrequent but serious complication of cardiac valve replacement8, affecting biological prostheses more frequently than mechanical ones9.
Between 10% and 40% ofcases oflate PVE are caused by gram-negative bacteria5'8'9. Pseudomonas species rarely cause late PVE, Pseudomonas aeruginosa being the most frequent pathogen in this group8'10. To the best of our knowledge, Pseudomonas stutzeri has not previously been implicated as a cause ofPVE. It is a ubiquitous inhabitant of soil and water, very rarely incriminated as a pathogen in humans1'3'4.
The source of infection and portal of entry were not identified in our patient, although the infection may have been related to his occupation.
The mortality rate reported for PVE caused by gram-negative bacteria ranges from 10% to 33%5°8.9,1 112 The overall rate of complications in this group is 58%, with surgical intervention being required in 40% ofcases8'9. Some authors recommend treatment with high-dose aminoglycosides in conjunction with an anti-pseudomonal drug in cases of pseudomonas endocarditis'o.
Our patient was treated with a conventional antipseudomonal regimen, which yielded adequate serum bactericidal activity and an excellent clinical response with no apparent side effects. The organism was susceptible to a wide range of antibiotics. The good response to treatment and the benign clinical course may be related to the low pathogenicity and high susceptibility to antibiotics of Pseudomonas stutzeril. It points, in our opinion, to the need for precise identification of the offending pseudomonas and its susceptibility to antibiotics in cases of endocarditis. Primary aortoenteric fistula, which occurs in the absence of previous aortic graft surgery, is a rare occurrence. These patients present with gastrointestinal haemorrhage, usually without evidence of peptic ulceration. Frequently, the diagnosis is not established preoperatively. Whilst the essence of operative management is that ofthe aortic aneurysm, there is the additional risk of graft infection. Three patients are reported who highlight some of the problems of management. (Figure 1 ). The duodenum was closed, the aneurysm opened and a Dacron bifurcation graft inserted. The aneurysm sac was closed over the graft and an omental flap interposed between it and the duodenum. He returned home well after 15 days. Two-and-a-half years later he was readmitted with lower back pain, a pyrexia of 38°C and lower abdominal tenderness. Gentamicin and metronidazole failed to control his pyrexia. Bacteroides were isolated from blood cultures and graft infection was suspected. At laparotomy the graft was bathed in pus, with the appendix adherent to it. The graft was removed, the infrarenal aorta and common iliac arteries oversewn and an appendicectomy performed. An 8 mm PTFE axillobifemoral graft was inserted. His immediate postoperative course was satisfactory but 36 hours later he became paraplegic and died. Histology of the appendix revealed fibrosis with acute appendicitis.
Case 3: A 75-year-old man presented in 1983 complaining of retrosternal chest pain and faintness followed by haematemesis and melaena. He had a history of ischaemic heart disease, was obese and shocked, but had no abdominal signs. Plain abdominal X-ray showed aortic calcification and gastroduodenoscopy was normal. At surgery an inflammatory, atherosclerotic, infrarenal aneurysm extending into the right common iliac artery was found. There was a fistula into the fourth part ofthe duodenum (Figure 1 ) which was closed and the aneurysm resected and repaired with a bifurcated Dacron graft.
Postoperatively he developed cardiac arrhythmia with hypotension, and renal failure ensued. He was managed with continuous haemofiltration but died 23 days later with a chest infection and haematemesis from an acute posterior duodenal ulcer.
Discussion
Aortoenteric fistula may be spontaneous or may follow aortic graft operations. The first primary aortoenteric fistula was described by Sir Astley Cooper in 18291: his patient was 'seized with discharge of blood by stool' and died about 12 hours later. Brock2, in 1953, was the first to report the secondary type, which occurred in a 44-year-old woman three months after an aortic homograft2. Successful repair of a primary fistula was first 
